Dear Editor,

A 74-year-old male patient was found unconscious in the prone position in his house. The patient had hypertension and right thalamic hemorrhage but was capable of living independently. After his arrival in the emergency room, he manifested a shock state with unconsciousness and underwent a massive infusion of lactate ringer solution, a continuous infusion of noradrenaline, as well as mechanical ventilation after tracheal intubation without the use of muscle relaxants or steroids. When a catheter was inserted into his bladder, cloudy urine was observed. He was diagnosed with a urinary tract infection treated by an intermittent infusion of levofloxacin, dehydration, septic shock, acute respiratory distress syndrome, and renal failure. The patient\'s urine and blood were positive for *Proteus mirabilis*. His general condition improved with the administration of these treatments and he was extubated on the 7^th^ hospital day. After extubation, flaccid tetraplegia was observed without cranial nerve palsy. Urgent cervical magnetic resonance imaging did not reveal any significant lesions. Electromyography and a nerve conduction study revealed the decreased amplitude of multiple nerves without any conduction velocity abnormality. The patient was negative for antiganglioside antibodies. Four months after admission, the patient obtained a full recovery from tetraplegia and was discharged on foot.

This is the first report of a patient with tetraplegia after *P. mirabilis* infection. Critically ill patients with polyneuropathy and myopathy usually present with flaccid and symmetric paralysis, which is seen in approximately 25%--45% of critically ill patients who are admitted to intensive care units.\[[@ref1][@ref2]\] Acute respiratory distress syndrome, sepsis (especially in patients with Gram-negative bacteremia), systemic inflammatory response syndrome, and multiple organ failure, prolonged bed rest, medication, and hyperglycemia, are major risk factors for critical illness polyneuropathy and myopathy.\[[@ref1][@ref2]\] Human studies have identified axonal degeneration in critical illness polyneuropathy and myosin loss in critical illness myopathy.\[[@ref1][@ref2]\] Sepsis-related disturbances of the microcirculation in the peripheral nerves and muscles, and the resultant production of cytokines, may increase the permeability of the microvasculature and further exacerbate hypoxemia and energy depletion, following the axonal degeneration of the sensory and motor axons in critical illness polyneuropathy.\[[@ref3]\] As the present case also had Gram-negative bacteremia with multiple organ failure, and showed muscle action potential amplitudes of \< 80% of the normal lower limit in two or more nerves without conduction block, critical illness polyneuropathy was the most likely cause of his tetraplegia. Early rehabilitation that combines mobilization with physiotherapy is emerging as an important strategy for treating critical illness polyneuropathy and myopathy, and for facilitating and improving their long-term recovery.\[[@ref2]\] Accordingly, the present case underwent rehabilitation using passive and spontaneous training and a favorable functional outcome was obtained.
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